increased. There was also mild, intermittent fever for 2 days. There was no history of decreased urine output, refusal to feed, irritability, loose stools, blood in urine, abdominal distension, insect bite, recent vaccination, recent respiratory infection, bleeding from any site, or any breathing difficulty. There was no history of similar episode in past. On examination, pallor was present. Vitals were stable except for temperature of 99.4°. The child appeared well-except for edema and rash. Pitting edema was present over all extremities and periorbital region [ Figure 2 ]. There was no edema over scrotum and abdominal wall. On examination, erythematous, palpable, purpuric lesions (0.5-3 cm in diameter) were present over buttocks and lower limbs sparing trunk, face, and upper limbs. All other systems were within normal limits.
INTRODUCTION
A cute hemorrhagic edema (AHE), also described as Finkelstein's disease, [1] or Seidlmayer syndrome is an isolated cutaneous, benign, small vessel leukocytoclastic vasculitis that affects infants <2 years of age, resembles Henoch-Schonlein purpura (HSP) clinically. AHE manifests as fever, edema of the face, scrotum, hands and feet, and ecchymosis on the face and extremities. Till date, only about 100 cases have been reported. [2] 
CASE REPORT
A 12-month-old boy presented with swelling all over body for 10 days, reddish brown lesions over both lower extremities for 5 days, and mild fever for 2 days. Swelling first appeared over lower extremities then progressed to all over the body with no diurnal variation. Skin lesions first appeared over both legs, then on buttocks, and then all over lower extremities [ Figure 1 ]. Rashes were initially pin point size, later on Urinalysis was normal. C-reactive protein was negative. Counts were suggestive of hemoglobin −8.4 g%, total leukocyte count −15,400 cells/cm with polymorphs 70%. Platelet count was increased (7.21 lacs/cm). Peripheral smear was suggestive of microcytic hypochromic anemia with no evidence of hemolysis. Serum creatinine (0.59 mg/dl), serum albumin (3.61), and serum electrolytes were normal. The child was put on intravenous (IV) dexamethasone, IV ceftriaxone, and oral paracetamol. IV antibiotic was stopped on next day after confirming negative septic screening. Skin biopsy showed hyperkeratosis with spongiosis in epidermis. In dermis, there were edema, vasculitis, inflammatory infiltrate (neutrophils and monocytes) around dermal capillaries, and fibrinoid changes; all the features suggestive of leukocytoclastic vasculitis. Immunofluorescence study could not be done because of lack of facility in our city. Diagnosis of AHE was made on the basis of clinical examination and skin biopsy. Ecchymosis and edema started subsiding by day 3 of admission. The patient was discharged on the day 5 on oral prednisolone, lansoprazole, and paracetamol. We have planned to follow our patient till 1 year to see any recurrence.
DISCUSSION
Snow first described AHE in the USA in 1913 under the title "purpura urticaria and angioneurotic edema of the hands and feet in a nursing baby." [3] AHE, an isolated cutaneous leukocytoclastic vasculitis that affects infants <2 years of age. The etiology is not very clear. AHE manifests as fever, edema of the face, scrotum, hands, and feet, and ecchymosis (usually larger than the purpura of HSP) on the face and extremities. The trunk is spared, but petechiae may be seen in mucous membranes. The patient usually appears well-except for the rash. The platelet count is normal or elevated, and the urinalysis results are normal. Common differential diagnosis of AHE includes HSP, meningococcemia, erythema multiforme, urticaria with hemorrhagic elements and drug eruptions, urticarial vasculitis, and Kawasaki disease. [4, 5] All these entities are not difficult to differentiate from AHE clinically. The younger age, the nature of the lesions, absence of other organ involvement, and a biopsy may help distinguish AHE.
On histopathological examination of skin, small blood vessels in the dermis show perivascular neutrophilic infiltrate with numerous scattered nuclear fragments called nuclear dust. Histopathological findings in HSP are similar to AHE. However, IgA deposition is seen in only 10-35% cases of AHE.
No effective therapy exists. [4] Steroids have no proven effect, [5] but there is a report of clear improvement 24 h after the onset of the disease once the therapy with prednisolone had been started. [6] Spontaneous recovery usually occurs within 1-3 weeks, without sequelae. [7] Recurrent episodes may occur. [4] Kumar et al. [8] recently reported a case of AHE from North India with palpable erythematous purpuric rash on face, upper and lower limbs, ear lobules associated with edema, and leukocytoclastic vasculitis with no systemic complications.
Krause et al. [9] reviewed a series of 5 patients and proposed clinical criteria for the diagnosis of AHE as: Age <2 years, purpuric or ecchymotic target-like lesions with edema on the face, auricles, and extremities with or without mucosal involvement, lack of systemic disease and visceral involvement, spontaneous recovery within few days. [9] There are also few other case reports from India. [8, 10, 11] AHE is a rare disease. This may reflect either a low incidence or under diagnosis. Its rarity could be that it is considered as a variant of HSP with only skin involvement. [12] Hence, awareness of this relatively unknown form of leukocytoclastic vasculitis will assist in making diagnosis early on clinical basis, thereby avoiding unnecessary investigations, treatment, and concern.
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